Thirty-six sets of primers were prepared to amplify DNA fragments (Table II) . These primers were first end-labelled with [y-3P]ATP using T4 polynucleotide kinase (Takara. Japan). Samples of genomic DNA (50 ng) were amplified by polvmerase chain reaction (PCR) in a total of 5 jil of reaction mixture. which consisted of 80 n-m end-labelled primers. 100 lim of each dNTP. 10 mm Tris-HCl (pH 8.3). 50 mM potassium chloride. 1.5 mm magnesium chloride. 0.001% gelatin and 0.1 U l1-' Taq DNA polymerase (Perkin Elmer Cetus. USA). The reaction conditions were 94°C (0.5 mmn). 55'C (0.5 min) and 72°C (1 min) 
Prostate cancer is a common malignancy among elderly men. However. little is known about the mechanistic involvement of genetic alterations such as instability. its repair and replication. In this study. we therefore investigated a series of 21 prostate cancers for microsatellite instability (MSI) and made a correlation study with clinicopathological factors.
Materials and methods

Tissue samples
The prostates were obtained from 21 patients who visited Mie University Hospital. Chiba University Hospital or The Center for Adult Disease between 1991 and 1993. Of the 21 samples. ten were derived from radical prostatectomy and the remaining 11 were obtained at autopsy. The entire gland was frozen immediatelv after excision, and sectioned at 0.5 cm intervals in the transverse plane perpendicular to the rectal surface. Haematoxylin and eosin-stained sections were prepared from each slice with a cryostat. and subjected to light microscopic review to assess the suitability for further analysis and for grading according to the Gleason score (Gleason and Mellinger. 1974) . Only tumours in which cancer cells represented a significant proportion of the neoplastic tissue (more than 75% of the cells) were chosen. Normal tissue was carefully microdissected from tumorous portions to provide normal control DNA. All cancers were staged according to the system of the American Joint Commission on Cancer (Table I) .
DNA extraction and anal! sis Genomic DNA was prepared from frozen samples with proteinase K digestion, serial phenol and chloroform extractions and ethanol precipitation.
Thirty-six sets of primers were prepared to amplify DNA fragments (Table II) (Aaltonen et al., 1993; Lothe et al., 1993; Peltomaki et al., 1993; Thibodeau et al., 1993) , and that in gastric cancers from 22.7% to 39% (Han et al., 1993; Mironov et al., 1994) . In urogenital cancers, published data are 25% in renal cell carcinomas (Uchida et al., 1994) , 23% in endometrial carcinomas (Burks et al., 1994) and 3% in bladder cancers (Gonzalez-Zulueta et al., 1993) al., 1994) . but an inverse correlation between MSI and LOH in colorectal and breast cancers has been descnbed (Thibodeau et al.. 1993 : Yee et al., 1994 . Although the precise mechanisms underlying LOH are unknown, LOH and MSI may coexist at an early stage in carcinogenesis of the prostate glands and be involved in a different manner from that in breast and colorectal cancers.
We previously examined the samples analysed in this study for p53 gene mutations (Watanabe et al., 1994b) , and found two (cases 13 and 17) to have p53 gene mutations on each in exons 2 and 5. Case 13 showed MSI at 8S205 and 206, case 17 at 3S1212 and 16S312. Neither case had MSI at TP53. While the coexistence of allelic loss and a mutation in the other allele of the p53 gene has been found to be common in colorectal cancer (Kikuchi-Yanoshita et al., 1992) . it was not observed in our senes.
